Intravenous pyelography and a phentolamine (Regitine) test were reported as negative. In November 1956, the patient underwent exploratory laparotomy. The findings were negative.
He was referred to the University of Texas Medical Branch in December 1956, at which time a translumbar aortographic study was attempted without success. Antihypertensive therapy was instituted with equivocal results, the blood pressure remaining at levels around 160/110 mm. Hg.
In April 1959, selective arteriography of the renal arteries was performed.2 Premature arborization of the right renal artery was apparent, with an area of stenosis and poststenotic dilatation in a small branch that entered the superior segment of the kidney (figs. 1 
and 2).
On April 25, 1959, the right renal artery was exposed at laparotomy. The artery branched into several small vessels almost immediately after its point of origin from the aorta, and a small branch to the superior segment was stenotic at its origin from the larger vessel. A significant pressure gradient was found over the stenotic area ( fig. 3 ). Moderate caliectasis of the right kidney was discernible on intravenous pyelograms, and findings on urinalysis were consistent with pyelonephritis. After antibiotic therapy urine cultures were sterile. With ambulation the blood pressure again rose to hypertensive levels.
On selective renal arteriograms on April 4, 1960, the right renal artery was well visualized, and the lower pole of the right kidney did not fill (figs. 4 and 5). On subsequent injection, a small artery to the lower pole of the right kidney was visible.
On May 6, 1960, laparotomy was performed. A hypoplastic aberrant renal artery to the lower pole of the right kidney was found. There was no pressure gradient across the right main renal artery, but the small aberrant vessel accommodated only a 22-gage needle. Although there was a large pressure gradient between this vessel and the aorta, recordings were severely damped. The vessel was believed to be too small to permit revaseularization, and segmental renal resection was not considered feasible at the time; hence, the aberrant vessel was ligated in the hope that conversion of the area of ischemia to one of infarction would alleviate the hypertension. operatively ranged from 130/90 to 118/70. During the 7-month follow-up period, the patient's blood pressure has remained 130/90. The continued mildly elevated blood pressure may indicate a zone of relative ischemia between the infarcted area and the adjacent kidney parenchyma. Discussion The concept of systemic hypertension seeondary to renal ischemia is well awcepted.85 Any process that causes ischemia of the renal parenchyma may produce systemic hypertension by the formation of the pressor substance, angiotensin. The kidney is divided into five distinct arterial segments, between which there is no appreciable anastomosis.6 Since aberrant renal arteries are truly segmental renal arteries with different origins,7
it is logical to conclude that vascular insufficiency of an aberrant renal artery may produce segmental renal ischemia and subsequent systemic hypertension. Indeed, cases of segmental renal ischemia causing systemic hypertension have been reported.8' 9 A return of the blood pressure to normotensive levels has occurred after segmental resection of the affected kidney. 9 Partial occlusion of an aberrant renal artery that results in decreased blood supply to one or more renal segments may be congenital in origin, manifesting itself as an isolated stenosis of that artery. . Segmental renal ischemia on the basis of partial occlusion of an aberrant renal artery may result from atheromatous encroachment upon that artery 's lumen, and thus may occur as an acquired form. Gyori8 has reported 10 such cases. Our second case is an example of diffuse atheromatous deposition that caused constriction at the aortic orifice of an aberrant renal artery.
The effect of the most advanced lesion of arterial insufficiency, that is, infarction, is much less well delineated in relation to segmental renal involvement. Systemic hypertension rarely occurs as a result of infarction of an entire kidney,12 and, when it does occur, it is usually transient. The relationship between segmental renal infarets and the production of systemic hypertension, is, however, much less clear. Gross13 stated that, in surgery for ureteropelvic obstruction secondary to an aberrant renal artery, it is possible to divide the offending vessel with impunity. He had seen only one case of hypertension thought to have occurred from this mechanism. Hoxie and Cogging4 were unable to correlate hypertension with segmental renal infarcts in their study of 205 cases; yet Arnold et al. 15 have reported two cases of transient hypertension after ligation of aberrant renal arteries, and have suggested that such transient hypertension may be common. Numerous authors''20 have reported cases of sustained severe systemic hypertension after segmental renal infarction. It seems, therefore, that complete occlusion of a segmental renal artery, specifically an aberrant renal artery, may result in no hypertension, transient hypertension, or sustained systemic hypertension, and, at present, there is no way to discern preoperatively whether a segmental renal infarct is the offending entity in the production of hypertension.
Until better diagnostic methods are devised, we consider that any hypertensive patient in whom no other cause for hypertension can be found, and who has, potentially, 15 may not relieve the hypertension. Total nephrectomy should, however, be avoided whenever it is possible. Summary Three cases of hypertension associated with vascular insufficiency of aberrant renal arteries are presented. Two patients were subjected to revascularization procedures. The types of pathologic processes associated with aberrant renal arteries in production of segmental renal ischemia are discussed. Considerations of diagnosis and therapy of such lesions are reviewed.
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One drawback of the present popular confidence in research is that the donors of research funds have overlooked or underestimated the importance of the medical education that will provide an adequate supply of good researchers in the future. The donors have also ignored the importance of giving first-rate research men today the salaries and tenure they deserve. As between donor and recipient, the relationship, especially in short-term grants, suggests a grim variant of the declaration that it is more blessed to give than to receive-it is certainly more comfortable. For the plain fact of the matter is that most of our medical schools often find that the full cost of research is not covered by the grants which are supposed to pay for it. The schools cannot afford any longer to accept the full moral responsibility, but only part of the full cost, of many research projects. 
